does seem clear, however, is that alpha feedback training can lead to large and significant changes in alpha densities when conditions have lowered alpha density below the levels seen spontaneously under optimal conditions. Subjects can acquire volitional control over alpha activity only under conditions which normally lead to decreased densities. Thus, during the initial orientation in the dark, when subjects experiment, but are not especially set to increase alpha density, they achieve a level approximating the level reached with additional training. In the light condition, however, there are marked volitional increases. In spite of these increases, however, in the three procedures reported here, as well as during a number of other procedures run in our laboratory, we have not seen alpha densities beyond an individual's initially demonstrated normal physiological range.
While ambient light is sufficient in the present studies to act as a suppressing stimulus, it is likely that other stimuli such as anxiety or physical stress may, in some circumstances, also lead to suppression which persists. Although no increases in alpha density are seen when the situation presents few suppressing stimuli, alpha feedback training may enable a subject to overcome suppressing effects when they are present. The subjective experiences reported to be associated with alpha feedback training (3, 4) may be understood as a consequence of acquiring skill in disregarding stimuli in the external and, perhaps, internal environment which would ordinarily inhibit alpha activity. Increased alpha densities, then, may best be viewed not as an end in themselves, but as one convenient index of a subject's ability to acquire this skill. (5) ] after the last day of initial training showed no statistical differences from the control group. The daily scores on the "number of initial errors" of the a'bove four groups (as estimated from figure 1 of Alpern and Crabbe) could lead to a different conclusion. The performance on retention test day 1 was facilitated as compared to the last day of initial training in two groups; that is, LD (1-10) with 0.7 less error:(from 2.5 to 1.8) and LD (1) with 0.5 less errors (from 2.75 to 2.25). Mice in these two groups had received strychnine 24 hours after their last day of initial training. In contrast, a performance decrement was found in two other groups in which mice received no strychnine for at least 5 days after the last day of initial training: the control group with 0.5 more errors (from 2.5 to 3.0) and LD (5) with 0.6 more errors (from 2.1 to 2.7). According to the savings scores above, the administration of strychnine 24 hours after the last training day facilitated the consolidation process even though retrograde facilitation for only a few hours after final training has been reported (2) .
Alpern and Crabbe have excluded the possibility that strychnine enhanced short-term memory consolidation, because group LD (1), which also received strychnine 24 hours after the last training, was not statistically different from the control group. This inference was based on total error scores before criterion was reached (at least 4 retention days) rather than savings scores between days. In addition, I have been told by Alpern that there were no significant differences between the scores of day 1 of retention tests even in the case of group LD (1-10) and the control group. Even with the pooled scores, the facilitation effect in LD (1-10) is very small. Any facilitation in group LD (l) may be lost because of its overall small magnitude. In any case, the reasons for strychnine facilitation of performance only in group LD (1) (2) (3) (4) (5) (6) (7) (8) (9) (10) remains to be examined. I suggest that the consecutive injection schedule may, through an unknown mechanism, prolong the labile phase of (short-term) memory into a period longer than 24 hours, so that a cumulative effect on memory store can be seen.
Additional control groups-such as LD (2-10), with the vehicle injection at day 1 after the initial training and strychnine injection at low dose daily for 9 days, LD (1-5) and LD (6-10)-would provide information on whether consolidation could be manipulated with strychnine for a period of up to 10 days. Without these controls, the consolidation hypothesis cannot be rejected. figure 1 (1) , that the only two groups which showed "savings" (these are, in fact, not savings scores but mean-error differences) on the first day of retention testing [groups LD({-10) and LD(l)] received strychnine 24 hours after initial training; and (ii) that any facilitation in group LD(l) is masked by training to a criterion of learning. Let us consider these points.
Since retrograde facilitation of memory consolidation has been reported after a single injection of strychnine sulfate (2), it seems likely that a significant facilitation should have been detected on day 1 of retention testing if consolidation were affected. However, as Hu points out, differences among the groups on day 1 of retention testing were not significant (initial errors: F = 2.14, d.f. = 5,100, and .5 < P< .0; total errors: F= 1.90, d.f. = 5,100, and P > .10). Consequently, we are reluctant to draw conclusions on the basis of such nonsignificant effects. In a recent analysis of this phenomenon, we looked at the effects of several analeptic and stimulant drugs on the long-term memory store and used a similar paradigm (3). We examined retention on day 1 and on learning to a criterion in that study, and we found no consistent relation between the strength of drug effects on day 1 and criterion. For strychnine sulfate, the facilitating effect was of approximately equal magnitude in both measures. If the observed facilitation in this paradigm were due to consolidation enhancement, one would expect the strongest effect on day 1. McGaugh and Krivanek (4) 
kg) at this extreme interval. However, neither groups HD(1) nor HD-(1-10) showed savings.
A consolidation interpretation is unlikely for a number of other reasons. In the only direct measures of shortterm memory (STM) in mice, Alpern and Marriott have demonstrated that the gradient of STM in the C57BL/6 strain is less than 20 minutes, and no longer than 20 minutes in any of the other strains examined (6) . Even allowing for differences in task, the discrepancy between 20 minutes and 24 hours is most impressive. More up-todate reviews of the consolidation literature than the one cited by Hu have not reported facilitation of memory by strychnine or other neural excitants administered more than a few hours after training (7). Hu suggests that the consecutive injection schedule used in our study may have extended in some unknown way the STM gradient to 24 hours. In most consolidation studies, however, consecutive training-injection sessions, almost always separated by 24 hours, were used (7) . If the supposed extension of the STM gradient is due only to the repetition of injections, then the time dependency reported for strychnine's effect on memory should never have beea obtained. In other words, regardless of the interval posttrial, the simple repetition of drug administration each 24 hours should have always produced facilitation by extending the gradient of susceptibility through Hu's unknown mechanism. Examination of the investigations cited above do not support this notion.
For these reasons, we believe that our data are best explained as supporting an hypothesis of facilitation of the long-term store of memory.
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